First child. One previous miscarriage. During pregnancy a threatened miscarriage occurred at 3 weeks and intermittent vaginal bleeding continued to the 14th week. For this reason progesterone (Progestin) was given intramuscularly to the mother, starting with 5 mg. every third day from 3j weeks, increasing to 25 mg. daily at 6 weeks and continuing with this dose until the 17th week of pregnancy. Total dose 4,080 mg. Two 100 mg. implants of progesterone were also administered but it is doubtful whether either of these had much effect as the first sloughed out and the second is still palpable. Pregneninolone (ethisterone) also given by mouth starting with 60 mg. daily at the 7th week and increasing to 120 mg. daily by the 17th week. From this time the dose was gradually decreased and was stopped shortly before delivery. Total dose approximately 21,000 mg. Pregnancy was otherwise normal except for a two-day bout of influenza at the 16th week.
The baby was born at term, weighing 7 lb. 2 oz. and was normal except for enlargement of the clitoris and labia. Two spots of vaginal bleeding occurred on the first and fourth days but no breast enlargement took place.
Examination at the age of 10 weeks showed a healthy-looking baby with a moderately FIG. 1. enlarged hard clitoris while the labia majora were slightly enlarged (see Fig. 1 ). Urethral and vaginal orifices separate. Serum electrolytes normal. Nuclear sex (polymorphs)-female pattern. 17-ketosteroids 1 1 mg. in twenty-four hours. Pregnanetriol 003 mg. in twenty-four hours. Bone age normal.
The child is now aged 5 months and the clitoris is much smaller and only a little larger than normal. REFERENCES HAYLES, A. B., and NOLAN, R. G. (1958) Proc. Mayo Clin., 33, 200. MONCRIEFF, A. (1958) Lancet, ii, 267. NELLHAUS, G. (1958) with 2% myelocytes and 2% metamyelocytes. Platelets 90,000. Three days after admission the reticulocyte count was 9 %. The bone-marrow was hyperplastic, showing active erythropoiesis. The serum contained a high blood urea (126 mg. %), hyperbilirubinemia (3 4 g. %, delayed direct positive), hypoproteinxemia (total 4-2, albumin 2-4 g. %) and hypercholesterolemia (370 mg. %). The urine contained less than 10 mg. % of albumin, 50 to 60 R.B.C. and 10-12 W.B.C. per high power field. There was no excess of urobilinogen on several examinations. The C.S.F. was normal.
Course of disease after admission.-For nine days he was investigated without any drug treatment or blood transfusions. Vomiting and anorexia persisted, and he lost 350 grams in weight. There was no evidence of infection or of clinically detectable jaundice. There was no further fall in haemoglobin level. The total and differential white cell count returned to normal, but the reticulocytes rose to 21 %.
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The serum bilirubin fell from 3-4 mg. % and gradually returned to normal. The serum proteins fell to 3-7 g. % resulting in clinical cedema. Albumin appeared in his urine seven days after admission (350 mg. %) and persisted for one week. The blood urea steadily fell as the dehydration was corrected.
Serological tests.-Group 0, Rh-positive. Coombs test negative. Weak auto-and panagglutinin at 40 C. Acid hiemolysin test negative. No Rhesus or Kell antibodies. From these results it was concluded that there was no serological evidence of an acquired hemolytic anmmia of the auto-immune type.
Treatment.-On the ninth day he was given a transfusion of 300 ml. of packed cells which was followed by improvement in his general condition in spite of a steady drop in the himoglobin level to 7T7 g. % a week after transfusion. The very low platelet count persisted and fresh petechie appeared in the mouth, more spontaneous bruises developed on his legs and aedema of his face and legs was now very obvious. From the sixteenth day of admission he was treated with 300 mg. of cortisone daily for two days, 200 mg. daily for four days followed by 100 mg. daily. There was gradual improvement in his condition; he stopped vomiting, the petechie and oedema disappeared and his hemoglobin rose slowly to normal four weeks after starting treatment. The platelet count, the reticulocyte count and the serum proteins rapidly returned to normal. Cortisone was given in smaller doses and discontinued after five weeks. There was no clinical or hlematological relapse and he remained symptom-free to-date, seven months after his admission.
Capillary microscopy was performed in the acute and in the convalescent stage of the disease. The capillaries of the nail beds appeared to be abnormal both in form and size. They had irregular loops and appeared compound. They sometimes had accessory large loops and anastomosing loops (Fig. 1 ). The most remarkable feature, however, was that some of the loops were grossly enlarged, and the blood in them at first sight appeared completely stationary, while the blood was circulating normally through surrounding capillaries. The blood in these large stagnant loops was not clotted, as after a period of time a small amount of movement appeared to take place when examined for any long period. This feature of stagnation in abnormally large loops was most prominent in the acute stage and was still present to a lesser degree four months afterwards.
b~~.
FIG. 1.-Drawings of capillary loops in the skin at the root of the nail bed. Arrows indicate direction of blood flow. (a) Normal capillary loop (approximately 50% of loops). (b) Dilated and tortuous loops through which the blood passes extremely slowly. These loops do not appear to be dilated normal loops. (c) and (d) Abnormal loops showing a picture more like a subcapillary plexus, but throwing up dilated loops such as in (e), in which the blood appears to be stationary. Drawings (c) and (d) are at a slightly lower magnification than (a) and (b). It would seem possible that the thrombotic lesions occur in the loops (e).
Discussion.-This case seems to fit in with the description of thrombotic thrombocytopenic purpura, or thrombotic micro-angiopathy (Symmers, 1956) . The four cardinal clinical features of this condition, according to Symmers, consist of a febrile illness of hemolytic anemia with a negative Coombs test, associated with thrombocytopenic purpura and a variety of neurological symptoms, which in our case consisted of meningism. Another common feature is renal involvement. The previously described cases, of which approximately 100 had been reported, all occurred in adolescents or adults and were invariably fatal. In this respect the present case differed and as there is no histological proof of the basic lesion, namely micro-aneurysms of the small vessels throughout the body, the diagnosis cannot be considered conclusive. Some support, however, was obtained by capillary microscopy. Allison (1957) described a group of 6 infants of whom 4 survived. They probably represent an infantile form of thrombotic micro-angiopathy. In the 2 infants that died, platelet thrombi were found in small blood vessels. In the surviving infants there had been no neuropathy, and thrombocytopenia was not constant.
Our case appears to be more like the adult cases surveyed by Symmers, and we feel that it represents a juvenile form of the condition. It is not possible from this one case to assess the 302 10 11 Section of Pcediatrics 303 diagnostic value of the form of the capillaries in this condition, but the examination would seem useful in suspected cases. History.-Normal delivery, after an uneventful 38-week pregnancy; weight 54 lb. She did not thrive on adequate quantities of breast milk. There was an episode of diarrhoea and vomiting at 7 weeks. She had never been jaundiced. At 9 weeks she weighed 6 lb. 2 oz. and because of her failure to thrive she was admitted for investigation.
Galactossemia: Cerebral Haemorrhage
On examination.-A thin child with no abnormal signs. The liver was not enlarged and there were no cataracts.
Investigations.-Hb 10-5 g. %, W.B.C. 6,000. Urine: No cells, casts or albumin. Benedict's test positive (green precipitate). The reducing substance was identified as galactose, chemically and by paper chromatography. Paper chromatography of desalted urine for amino acids showed spots of glycine, serine, taurine, glutamine, histidine and proline. Progress.-She developed increased intracranial pressure, with arterial hypertension, blood pressure 160/90, bulging fontanelle, apnceic periods and further convulsions. Subdural and ventricular taps through sutures and left burr hole showed bleeding over and within brain and cerebral cedema. Treatment with anti-convulsants, antibiotics, cortisone, magnesium sulphate, intravenous hypertonic saline, blood and oxygen. Four hours after vitamin K 5 mg. intramuscularly the prothrombin time was 40 sec. (control 15 sec.). A day later, the prothrombin time was normal. Following a period of decerebrate rigidity lasting two weeks, consciousness returned after five days. At eight months she shows slight spastic weakness of right arm and leg but no retardation. She continues to gain on a lactose-free diet.
Discussion.-In galactosemia haemorrhage is sometimes a feature. In a report of 6 cases by Cox and Pugh (1954) bleeding occurred in 2: one died from a cerebral hemorrhage and had a hxmatemesis. The other bled from the umbilicus on the tenth day. Clay and Potter (1955) reported an infant with galactosaemia who passed blood in the stools on the ninth day of life. Holzel (1958) reports the finding of a cerebral hmmorrhage in a galactosaemic infant, who later died of liver failure and complete biliary obstruction. Donnell and Lann (1951) , in a study of 4 cases, found areas of hkmorrhage in the pancreas of an infant who died at 4 weeks of age.
In the cases cited above, there was either clinical and laboratory evidence of severe liver dysfunction, or autopsy evidence of hepatic cirrhosis. None of these infants was receiving a lactose-free diet. Thus a bleeding tendency appears to be a manifestation of severe, untreated galactosremia with extensive liver damage.
